 Faciobrachial dystonic seizures (FBDS) are caused by autoantibodies to leucine-rich glioma-inactivated1 proteins, a component of the voltage-gated potassium channel complex (VGKC-complex) and precede the clinical presentation of limbic encephalitis.
immunotherapy-responsive disorder. [1] They are accompanied by autoantibodies to leucine-rich glioma-inactivated 1 (LGI1), a component of the voltage-gated potassium channel complex (VGKC-complex). [2, 3] Since their initial description, the epileptic origin or otherwise of FBDS has been extensively debated with no definite conclusions drawn so far. [4] We discuss the clinical, electrical and imaging features of two patients with LGI1antibody mediated encephalitis who presented with FBDS. We also analyze the existing literature on FBDS and propose the network hypothesis to explain the various features of FBDS described so far.
II. Case Vignette 1:
A 45-year-old lady presented with two months history of intermittent generalized seizures, behavior disturbances and hallucinations along with memory disturbances. On examination she had very frequent events associated with facio-brachial dystonic jerks occurring on either side followed by brief loss of awareness associated with ictal speech and hand automatisms. The events were of 30-45 seconds in duration. The jerks did not have any electrical correlate. They were associated with movement artifacts followed by two seconds of attenuation followed further by right temporal onset and progression of sharp waves coinciding with the ictal speech and automatisms. ( Figure 1F&G ) MRI Brain showed bilateral 
III. Case vignette 2:
A 53-year-old lady presented with one month history of one episode of nocturnal GTCS followed by frequent jerkiness of the left upper limb and occasional falls. The events were of 5-7 seconds in duration. Interestingly her memory and behavior were relatively intact. Clinically she had left sided FBDS occurring multiple times a day. A few of them were facio-brachio-crural events responsible for her falls. MRI showed T1,
T2 and FLAIR hyperintensities involving the bilateral caudate nuclei and putamen.
(Figure1H,I&J) and the substantia nigra on the left side(Figure1K) Left hippocampus was edematous. Her interictal EEG showed bilateral temporal slow waves. Her serum LGI1
antibodies assay by immunoflouroscence was positive (low VGKC complex IgG values at 0.4nmol/L) and work up for neoplasm was negative. Her dystonic events responded nicely to intravenous methyl prednisolone therapy.
IV.
Discussion:
IV.1. Existing literature on the pathophysiology of FBDS
Literature contribution to the pathophysiology of FBDS is summarized in Table 1 . The nomenclature for these paroxysmal events seen in LGI1antibody mediated encephalitis is still debated. The abrupt offset and onset, the paroxysmal nature and the typical semiology could suggest epilepsy. However they also resemble dyskinesias or myoclonic jerks. Irani and colleagues suggested that they most likely represented extratemporal seizures.
[1]However, they were cautious and considered nonepileptic generators of these jerk events also and advocated video-EEG telemetry in all patients. Barajas 
IV.2. Observations from our patients:
Let us look into the observations from our two patients. The 
IV.3. Basal Ganglia and epilepsy:
The above data establishes basal ganglia as primarily responsible for the phenomenon of FBDS. It is appropriate at this juncture to look into evidences linking BG and epilepsy. The basal ganglia, which include the striatum, pallidum, subthalamic nucleus, and substantia nigra, are involved in a number of parallel, functionally segregated cortical-subcortical circuits. They receive information from cerebral cortex including hippocampus and amygdalae. The substantia nigra pars reticulata is the main output nucleus of the BG. It directly controls the excitability of brainstem premotor networks and through thalamic efferents controls the motor, premotor, prefrontal and limbic areas of the cerebral cortex. Though there is no evidence supporting the involvement of BG in the generation of seizures, they probably provide a gating mechanism modulating their phenotypic expression and seizure control. [11, 12] The substantia nigra pars reticulata could be capable of modifying the development, propagation and cessation of seizures. Manipulation of basal ganglia circuits by deep brain stimulation of subthalamic nucleus, substantia nigra and caudate nucleus have shown promising results in control of seizures. [13] Functional imaging studies strongly suggest the involvement of basal ganglia in epileptic seizures. [14, 15] 
IV.4 . The Network Hypothesis:
The phenomenon of FBDS is best explained by a neural network consisting of cortical and sub-cortical regions. Based on our patients and the currently available studies (Table 1) The extensive cortical-subcortical circuit involvement will also explain the lack of good response of FBDS to Anti-epileptic-drugs.
V. Conclusion:
FBDS are at the border zone between movement disorders and epilepsy. As the name implies it constitutes dystonia representing the movement disorder component signifying involvement of the subcortical structure of BG and many other features of epilepsy with evidence of cortical involvement. The network hypothesis implicating corticosubcortical areas of fronto-temporo-basalganglial regions seems to be the most plausible hyperintensities. T2 axial images (K) also showed left sided substantia nigra hyperintensity (white arrow).
Fig 2:
Schematic diagram showing the fronto-temporo-basal ganglia network (dotted line). 
